2.6 mmol/L at 210 min. The corresponding plasma insulin was 4 mU/L (2±15). The patient had no symptoms or signs of hypoglycaemia during the test. He stated that he had always been a healthy person. His blood pressure was 110/ 75 and his body mass index was 20.7. On inquiry he gave a history of a surgical procedure 48 years previously for duodenal ulcer.
Vagotomy and gastrectomy were once common treatments for duodenal ulcer. Elective surgery for peptic ulcer is now rare, but many individuals who underwent these operations in the past will demonstrate what is termed alimentary hyperglycaemia. In a population screening of 4667 middleaged men, 158 (3.4%) reported a history of previous operation for gastric or duodenal ulcer 2 . Alimentary hyperglycaemia may occur in normal people and in patients with hyperthyroidism, peptic ulceration or hepatic disease 1 .
Several types of vagotomy, such as truncal vagotomy, selective gastric vagotomy and selective proximal vagotomy, have been used. Characteristic changes in the oral GTT are hyperglycaemia at 30 and 60 min after glucose loading, hypoglycaemia at 120 min, blood glucose returning to normal by 180 min 3,4 . The major cause for the altered oral GTT is rapid emptying of hypertonic glucose into the proximal intestine, with brisk absorption of glucose and excessive insulin secretion. The exaggerated insulin response may be partly responsible for the later hypoglycaemia, along with other mechanisms 5 .
In most cases of alimentary hyperglycaemia, the patient should simply be advised to eat smaller meals. Severe cases can be treated with a 1 -glucosidase inhibitors or metformin. The permanence of alimentary hyperglycaemia will mean that these individuals are exposed to recurring cycles of hyperglycaemia and hyperinsulinaemia, and it is not known whether this increases their susceptibility to cardiovascular disease or diabetes mellitus.
Diabetes mellitus should not be diagnosed on the basis of a single random or postprandial glucose unless there are typical manifestations or complications of diabetes. A high HbA 1c is not con®rmatory. A history of gastric or duodenal operations should be sought, a factor that may in¯uence interpretation of random blood glucose levels and oral GTT. Conversely, previous duodenal or gastric surgery may cause the 120 min result to be normal when diabetes is present. 
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CASE HISTORY
A man aged 49 years experienced chest pain, and an electrocardiogram 12 hours after onset showed a typical myocardial infarction pattern with Q waves 40.04 s and depth from the baseline more than a quarter the height of the R wave in leads I, V I ±V 6 and a V L . The laboratory pro®le was also typical of acute myocardial infarctionÐraised lactate dehydrogenase (LDH) and aspartate aminotransferase (AST) activity, leukocytosis, raised C-reactive protein (CRP)Ð except that total CK activity measured by the GSCC method 2 was only 30 IU/L (Table 1) . On day 5 the patient died, and at necropsy he proved to have an extensive anterior myocardial infarction with left main coronary artery occlusion.
Serum was available from all phases of his clinical course, and we examined changes in the activities of various enzymes. All showed a typical pattern of acute myocardial infarction with the exception of CK activity, which remained within the normal range and showed no sharp increases. On electrophoresis CK is divided into three isozymesÐMM, MB and BB 3 . Generally, isozyme MB appears in the blood within a few hours after ®rst symptoms of myocardial infarction, peaks in about 6±18 hours and then decreases slowly, almost disappearing within 36 hours. We examined serum from the ®rst hospital day and could ®nd neither CK-MM nor CK-MB bands (Figure 1) .
Absence of CK-MM in these circumstances suggested a possible genetic defect, so we examined the genomic DNA of the CK-M subunit. There was a point mutation, GAC (Asp)?GGC (Gly), of codon 54 on direct sequencing by the taq dye deoxy terminator cycle method 4 (Figure 2 ).
COMMENT
A causal relation between the missense mutation and the low CK activities is unproven. However, an effect on the substrate binding domain, the coenzyme binding domain and the subunit contact domain is plausibleÐas is believed to happen with silent cholinesterase and de®ciency of the LDH subunit. This must be clari®edÐfor clinical reasons and also because of the medicolegal implications of a normal CK in myocardial infarction. A man aged 50 was admitted with a six-day history of general malaise, non-productive cough, severe myalgia, intermittent sweats and nausea. The epidemiological and drug histories were unremarkable and his alcohol intake was not excessive. On examination his temperature was 37.6 8C; there was no jaundice, pharyngitis, lymphadenopathy or meningism. White cell count was 2.6610 9 /L with 1.02610 9 /L neutrophils; scanty atypical mononuclear cells were seen on the blood ®lm but a Paul±Bunnell test was negative. Serial liver function tests are shown in Table 1 . Arterial blood oxygen was mildly depressed at 9.2 kPa; a chest radiograph was normal; C-reactive protein was 40 
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